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This study concluded that changes in the intracellular Ca ++ content in response to pressure changes in rabbit cerebral and rat mesenteric small arteries were similar despite differences in myogenic tone. In addition, the authors suggested that the contrasting behaviour of these vessels may reflect other factors such as a different sensitivity of the contractile filaments to intra-cellular Ca ++ concentrations.
In this context we note with interest a paper by de Gooyer et al 2 dealing with decreased intestinal epithelial cell brush border membrane calcium transport in spontaneously hypertensive rats (SHR). They concluded that there were deficiencies in SHR intestinal Ca ++ content in cell membranes. This study demonstrated that Ca ++ is extruded from the cell, either actively by a Ca ++ -ATPase, or by a Na + /Ca ++ exchange mechanism at the basolateral membrane. 3 The disturbed Ca ++ -efflux via cell membranes results in an increased intra-cellular Ca ++ content in membranes in hypertensive cells.
The results of these two studies are very interesting in view of the controversy on the value of calcium supplementation in the treatment of human hypertension. 4, 5 In this context increased calcium concentrations playing a pathogenetic role in the development of primary hypertension have been well documented, while the role of cell membranes has not been studied in detail, yet. 6, 7 In two investigations as we have reported recently, increased membranous Ca ++ concentrations of red blood cells from patients with untreated essential hypertension were measured. [7] [8] [9] Like Coombes et al 1 
or de Gooyer et al
2 one could speculate that disturbed calcium efflux systems and a different sensitivity of the contractile filaments to increased intracellular or membranous Ca ++ concentrations may be involved in the pathogenesis of essential human hypertension. That might be the missing explanation for a lack of any effect of calcium supplementation in the treatment of human hypertension.
In conclusion, increased intracellular and membranous Ca ++ concentrations in hypertensive cells may contribute to the development of essential hypertension. Different transport systems, cotranporters and circulating inhibitors have to be considered in this context. The results demonstrated in intestinal membranes are similar to our results in cell membranes from untreated essential hypertensive patients.
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